Some authors argue that specific symptoms in NPH revert to normal function with reduction of direct shearing forces. As also emphasized in the report, a probable explanation for the motor function recovery in INPH could be the reversible suppression of frontal periventricular corticobasal ganglia-thalamo-cortical circuits. 1 It has also been suggested that postsynaptic D2 receptors in the putamen can be damaged by hydrocephalus, and that a pressure load on the midbrain and the floor of the third ventricle may result in parkinsonian symptoms in patients with severe NPH. 7 However, conflicting with this hypothesis, the patients in Kang et al. 1 did not have severe NPH-their score on the INPH grading scale was 5.7±1.9 (mean±SD). Remarkably, the study found no significant differences in white-matter lesions and frontal horn diameter between the hemispheres ipsilateral and contralateral to the dominant motor symptoms. I consider that additional evaluations of these parameters before and after CSFTT might contribute substantially in understanding the underlying mechanisms of asymmetrical manifestations in NPH and the differing recovery of distinct parkinsonism symptoms after CSFTT.
In conclusion, I think that this is a very important study illustrating asymmetric and upper-body parkinsonism in a considerable number of patients with NPH. However, re-evaluation of some of the points mentioned in this letter may provide a more comprehensive understanding of this interesting report. Future studies focusing on these atypical manifestations of NPH using detailed neuroimaging techniques are needed to clarify the arguments concerning NPH pathophysiology and the mechanisms of other parkinsonian signs in NPH.
